Abstract
Introduction

Although the clinical features of infection with nontuberculous mycobacterium (NTM) resemble those of tuberculosis, pleural effusion is rare in cases of NTM infection (1, 2). Signs of infection with Mycobacterium (M) avium begin with centriacinar abnormalities in the lung, with a low incidence of lymphatic abnormalities. Tuberculosis (idiopathic pleuritic type) is thought to cause pleuritis associated with pleural effusion from the primary focus of a pulmonary infection. However, the onset of pleuritis caused by M. avium is extremely rare. We describe a non-immunocompromised
Japanese woman who developed rare M. avium pleuritis. (Fig. 4) Ma c r o s c o p i c f i n d i n g s o f p a r i e t a l p l e u r a . F i n d i n g s a r e n o r ma l . ( A) P a r i e t a l p l e u r a o b  s e r v e d v i a t h o r a c o s c o p y . ( B ) Re s e c t e d p a r i e t a l p l e u r a . (8) (9, 10) , which causes macroscopic diffuse white spotted lesion of the pleura. In contrast, an absent granulomatous reaction is often associated with NTM infections (11) (12) (13) . Patients with AIDS can have disseminated M. avium infection with significant numbers of mycobacteria and no granulomatous reaction (14) . Others have indicated that malnutrition, impaired cellular immunity, disrupted microvascular circulation due to diabetes mellitus (15, 16) and surgical procedures (17) can enhance the development of pleuritis in infections caused by NTM. Pleuritis caused by NTM in a non-immunocompromised patient is very rare (18, 19 (20, 21) . In the previous reports of M. avium pleuritis, culture or PCR method of pleural effusion detected M. avium (15, (17) (18) (19) 
Case Report
A
F i g u r e 1 . Ch e s t X-r a y ( A) a n d c o mp u t e d t o mo g r a p h y ( CT ) ( B ) i ma g e s s h o w ma s s i v e p l e u r a l e f f us i o n i n t h e l e f t s i d e . Ch e s t CT a l s o s h o ws b r o n c h i e c t a s i s a n d s ma l l n o d u l e s i n t h e r i g h t mi d d l e l o b e , a s we l l a s b r o n c h i e c t a s i s a n d p a r t i a l a t e l e c t a s i s i n t h e l e f t l i n g u l a r d i v i s i o n ( C a n d D) .
F i g u r e 3 . P a r i e t a l p l e u r a l b i o p s y s p e c i me n . B a n d -l i k e , d i f f u s e i n f i l t r a t i o n o f s ma l l l y mp h o i d c e l l s i n p l e u r a l a n d s u b p l e u r a l f a t wi t h o u t g r a n u l o ma f o r ma t i o n .
F i g u r e 4 . Ch e s t X-r a y a t d i s c h a r g e . P l e u r a l e f f u s i o n wa s f o u n d t o h a v e d e c r e a s e d . dle lobe and bronchiectasis and partial atelectasis in the left lingular division did not change significantly.
Discussion
The clinical and histological spectrum of pleuropulmonary diseases due to NTM remains obscure and the exact mechanisms of pleuritis onset are unknown. It is possible that NTM may gain entry to a pleural cavity containing an effusion of unrelated etiology through a transient bacteremia or by contiguous spread from a small subpleural focus and may grow in the pleural fluid without eliciting any readily discernible pathologic reaction (3). Accordingly, it is important to make a diagnosis of NTM pleuritis with discretion. In this case, the diagnosis of M. avium pleuritis was thought to be appropriate because 1) the other etiology causing exudative pleural effution was excluded, 2) anti-tubercular agents (rifampin, ethambutol and streptomycin sulfate) and clarithromycin were effective, in addition to 3) culture of the pleural biopsy specimen obtained in a sterile fashion revealed M. avium. In paticular, thoracoscopic pleural biopsy was thought to be important to exclude the other possible diagnoses. Nontuberculous mycobacteria might enter the pleural cavity via transient bacteremia and grow in the pleural fluid (3). Transient bacteremia can occur during infection with M. tuberculosis, M. avium intracellulare (4), and M. fortuitumchelonei (5-7). Pleural involvement without HIV infection has been identified in a patient with disseminated M. aviumintracellulare complex infection
